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Dear Editor 
Bronchiectasis and Felty’s syndrome 
Following Takanami et aZ.‘s case report (1) and 
discussion regarding an association between rheuma- 
toid arthritis (RA) and bronchiectasis (BR), we 
would like to report a case of BR in a patient known 
to suffer from Felty’s syndrome, an association not 
previously described. Felty’s syndrome is character- 
ized by a combination of RA, splenomegaly and 
leucopaenia and in this case the patient was also 
suffering from Sjiigren’s syndrome (dry eyes, con- 
firmed by a positive Schirmer’s tear test plus an 
auto-immune disease, e.g. RA). 
A 74-year-old man presented to our chest clinic 
complaining of a persistent cough productive of 
purulent sputum and associated with increasing 
breathlessness over a period of several years. He had 
suffered from seropositive nodular RA and Sjiigren’s 
syndrome for approximately 40 yr and had been 
admitted to hospital on one occasion following an 
episode of bronchopneumonia during which Staphy- 
lococcus aureus was isolated in large numbers from 
sputum samples. No immunosuppressive therapy had 
ever been instituted. Physical examination revealed 
bibasal crackles on auscultation of the chest and 
moderate splenomegaly on abdominal palpation. 
Lung function tests revealed an FEV, of 1.30 (55% 
predicted), FVC 2.43 (79% predicted) and FEV,/ 
FVC ratio of 0.53. Chest radiography showed slight 
bibasal shadowing, (a radiograph in 1989 had been 
reported as normal), but CT scanning of the thorax 
revealed severe BR with loss of volume within the left 
and right lower lobes and right middle lobe. A full 
blood count revealed a pancytopaenia with haemo- 
globin 11.4 g dl - I, white cell count 1.3 x lo9 1 - ’ and 
platelets 99 x lo9 l- I. 
In our patient, as in Takanami et a/.‘~ case, the 
onset of RA almost certainly predated the develop- 
ment of BR. However, the presence of Felty’s 
syndrome would result in a greatly increased suscep- 
tibility to infection (due to neutropaenia), in addition 
to the increased risk in RA discussed by Banji and 
Cooke (2). This association may lend some weight to 
their hypothesis that RA increases the incidence of 
respiratory infection, resulting in the development 
of BR. 
S. J. QUANTRILL* AND KMAHMOUD~ 
*North West Lung Centre 
Wythenshawe Hospital 
Manchester and 
TStepping Hill Hospital 
Stockport, UK. 
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